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which he claims showed that habitual salt intake was inversely related to myocardial infarction, the urine collection used to assess salt intake was collected after 5 days of salt restriction. The assessment, therefore, bore no relation to habitual salt intake. This belated admission must surely invalidate Dr Alderman's claim concerning this study. I am also grateful for his pointing out that in the same paper a formula was used which, in the absence of urine, can predict a 24-h creatinine clearance rate within plus or minus 35%. This formula was used to 'isolate a sub-group whose urine collections met arbitrary standards'. The formula was never designed to test the completeness of a 24-h urine collection and the arbitrary standards were not defined. Table 2 in that paper 1 appears to give a comprehensive account of urinary sodium excretion for all 1900 subjects but it now seems that these results did not include 30% of the subjects who were excluded on the basis of the inappropriate use of this formula. Inspection of an additional table of results from this paper 1 kindly provided recently by Dr Alderman reveals that in those urines that were included there was another major problem in that 24-h urinary creatinine excretion was much lower in the lowest sodium quartile (1030 mg/24-h) compared to the highest sodium quartile (1978 mg/24-h) (Table) while plasma creatinine between these two quartiles only varied by 0.067 mg per 100 ml. These results can only be explained by faulty urine collections, ie, undercollection in the lowest sodium quartile and overcollection in the highest sodium quartile. This conclusion is reinforced by the finding that the changes in urine volume and potassium excretion paralleled creatinine excretion (see Table) . In other words, because of inadequate urine collections many of the patients and their results were misclassified into sodium quartiles and not by true differences in salt intake. In addition the changes in plasma renin described in the paper from 0.44ng/ml/hour in the highest sodium quartile to 0.67 ng/ml/hour in the lower, does not suggest that there was any true major difference in salt intake between these quartiles.
Of the three prospective observational studies that are quoted in Dr Alderman's letter which are claimed to 'link sodium intake to morbidity and mortality', two are his own.
1,2 The first is hamstrung because of the reasons given above. 1 In the second 2 there were statistical flaws and an inadequate assessment of salt intake which led to contradictory findings. There was a negative but non-significant relation between salt intake and cardiovascular mortality, whereas when estimated salt intake was divided by calorie intake, a more robust measurement, there was a direct positive and significant relationship to cardiovascular mortality, ie, the opposite of what Alderman is attempting to claim. In the third study 3 , sodium excretion in men did not predict coronary heart disease and showed a borderline negative gradient for all deaths, whereas in women there was a positive gradient for coronary heart disease, again opposite to Dr Alderman's claims. 
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